Three patients with the unusual combinations ofdiscoid lupus, systemic lupus erythematosus (SLE), and progressive systemic sclerosis (PSS) are reported. The first patient developed PSS eight years after a diagnosis of discoid lupus had been made and this was complicated by myositis six years later. The second patient developed PSS more than 20 years after being diagnosed as having SLE. The third patient developed SLE with predominant features of urticarial vasculitis six years after PSS. Mild myositis also ensued. There were no antibodies to UIRNP demonstrable in any of these patients. The clinical progression of SLE to PSS or vice versa in the absence of features of mixed connective tissue disease is distinctly uncommon.
Although the connective tissue diseases can usually be clinically and serologically defined as distinct and separate entities, such as rheumatoid arthritis, systemic lupus erythematosus, progressive systemic sclerosis, and dermatomyositis, overlap between these conditions may be encountered. A specific overlap termed mixed connective tissue disease is one such condition.' Others are simply termed undifferentiated connective tissue disease.2 Sjogren's syndrome, fibrosing alveolitis, and Raynaud's phenomenon may accompany all of the above but may also exist on their own as 'primary' conditions.
The association of lupus and scleroderma (with or without myositis), one condition merging into the other, without the presence of antibodies to UlRNP or any clinical features of mixed connective tissue disease, is distinctly uncommon. We report three such patients seen over the past five years. matosus. At this time she was given Synacthen depot. At age 42 a clinical diagnosis of progressive systemic sclerosis (PSS) was made. She now had thickening of her skin, predominantly affecting the hands, as well as Raynaud's phenomenon. She was initially given prednisolone 5 mg twice a day. Progressive thickening of the skin continued, however, with 'cracking' of the finger tips. Despite the prednisolone, sloughing of the tips of three fingers occurred in 1983, and she was admitted to hospital for treatment and the steroids were stopped. The DNA binding at this time was normal (7 5 U/ml) but the antinuclear antibody titre was raised at 1/160. Ketanserin was given without any appreciable response. In 1985 a prostaglandin infusion was given intravenously with some improvement in the skin thickening and warmth of the hands, but the improvement was not sustained for longer than a few weeks.
In 1987 she complained of arthralgia of the shoulders, knees and, predominantly, the wrists. She was found to have soft tissue swelling of the knees and wrists, microstomia (fig 1) , and dry thick fingers with pseudoclubbing, but no telangiectasias were seen. The haemoglobin was 95 g/l with a low serum ferritin (5-5 mmol/l), the white blood cell count of 17 he presented with alopecia, discoid skin lesions, and an erythematous malar rash. Blood and protein were noted in the urine, and a renal biopsy showed focal nephritis, with wire looping, focal hypercellularity, and subendothelial deposits on electron microscopy. The haemoglobin was 105 g/l, urea 23 mmol/l, and creatinine 272 pmol/l.
Lupus erythematosus cells were positive, antinuclear antibodies were positive at a titre of 1/100, and rheumatoid factor was negative. He was treated with prednisolone (60 mg/day) and cyclophosphamide (125 mg/day orally) with improvement. Cyclophosphamide was stopped after three months because of the development of haemorrhagic cystitis.
He was lost to follow up until 1982 when he was admitted with right middle lobe pneumonia. Extensive skin lesions of chronic discoid lupus affecting the scalp, face, and upper trunk with scarring and alopecia were noted.
A loud pericardial friction rub was noted, and echocardiography confirmed a pericardial effusion.
The haemoglobin was reduced at 82 g/l, the total white cell count was 11 3x 109/1 with 17% lymphocytes, and platelets were 729x 109/1. The ESR was 125 mm/h. The urea was 3-8 mmol/l, creatinine 71 pmol/l, with an uncorrected clearance of 132-3 ml/min and a 24 hour urinary protein excretion of 0-12 g. The antinuclear antibody titre was low positive (1/10), and anti-DNA antibodies raised at 10 mg bound DNA/ml serum (normal 0-5). Radiographs of the hands were normal. He was treated with prednisolone (40 mg/day) and antibiotics for his infection.
In 1985 he presented to the outpatient clinic with pleuritic chest pain and arthralgia. Synovitis of the wrists and the metacarpophalangeal and proximal interphalangeal joints of the hands was noted, and radiographs showed juxtaarticular osteoporosis, but no erosions. Sclerodactyly was noted for the first time. The antinuclear antibody titre was positive (1/100; 1/500) (homogeneous), and anti-DNA antibodies were raised at 18 mg bound DNA/ml serum. antinuclear antibody and anti-Ro antibody. Anti-DNA antibodies were normal (<3 mg bound DNA/ml serum) and other antibodies to extractable nuclear antigens were also negative. The patient was once again lost to follow up and skin biopsy specimens were unobtainable. (unidentified) , and the rheumatoid factor was positive. The C4 concentration was reduced at 0 11 g/l (normal 0-16-0-45) with a low normal CH100 of 60% (normal 50-125) and C3 at 0-8 g/l (normal 0-7-1 [8) . Antimitochondrial Chorzelski and Jablonska also described three cases of coexistent PSS and SLE,8 one with discoid lupus erythematosus and two with SLE. Jablonska et al subsequently reviewed the coexistence of the two conditions and concluded that the association was most uncommon, occurring in less than 1% of cases of PSS.9
In summary, therefore, although the association of the two diseases in the same patient may occur rarely and sporadically, the familial occurrence of the two conditions may also be seen, albeit uncommonly. 
